that early treatment reduces the likelihood of these later complications. If the incidence is as high as suggested, there would therefore be an argument for screening pregnant women in the UK.
Treatment, therefore, is indicated not only for overt congenital toxoplasmosis but also for subclinical seropositive disease. Prednisolone is given if there is active disease as evidenced by high CSF protein or active chorioretinitis2. Steroids contribute to the healing of the uveitis as it is partly a secondary response to infection5.
The limited studies on the influence of treatment on the development of neurological sequelae suggest that it is beneficial. Wilson et al.6 report 22 children who presented with chorioretinitis but no neurological disease. Five of the 13 untreated children developed major neurological sequelae as compared with none of the 9 treated children. A small study7 of children with subclinical disease, comparing a treated group with an untreated group and controls, showed significantly reduced IQ and a nonsignificant reduction in gross and fine motor control in those untreated as compared with controls, while the treated group showed normal IQ and development. Thus it is generally felt that the various risks and consequences of subsequent neurological and ocular disease are so great as to make treatment justifiable2'3'6.
The present case illustrates the fact that congenital toxoplasmosis may present antenatally as hydrops fetalis. Where hydrops fetalis is diagnosed antenatally, congenital toxoplasmosis should be excluded by maternal serology. Case report A 37-year-old, 87kg, 6 ft (1.8 m) tall, healthy male (ASA 1) presented for vasovasostomy. His previous medical history and physical examination were unremarkable. Premedication was with diazepam 10mg orally. On arrival in the anaesthetic room, an intravenous infusion was started, and an electrocardiogram and automatic blood pressure monitor (Dinamap) applied. With the patient in the right lateral position, a spinal tap was performed without difficulty at the L3/4 level with a 26-gauge needle. There was free flow and easy aspiration of cerebrospinal fluid (CSF). Lignocaine 100 mg in 2 ml dextrose 7.5% with adrenaline 0.1 mg was administered and the patient turned supine within 30 seconds. Within five minutes the patient developed a unilateral block, on the right, with a sensory level at T6. There was no motor or sensory loss on the left side and the block remained unilateral despite tilting the left side down for ten minutes. With the patient in the left lateral position, a second spinal tap was performed without difficulty at the same level with a 26-gauge needle, directed so as to try to puncture the dura to the left of the midline. There was free flow and easy aspiration of CSF. Lignocaine 50 mg in 1 ml dextrose 7.5% with adrenaline 0.05 mg was administered. The patient was kept in the left lateral position for five minutes, during which time signs of a successful block on the left appeared; he was then turned supine.
The highest level of sensory block was T4 on the right and T6 on the left. Surgery was uneventful. The block regressed asymetrically, recovery being more rapid on the right than the left, with complete motor and sensory recovery within three hours.
Discussion
As long ago as 1875, a posterior midline septum (septum posticum) in the subarachnoid space was described by Key and Retzius2. More recent work examining the posterior subarachnoid space in cadavers has further detailed this septum3",. It consists of a fenestrated sheet of pia mater passing from the posterior median sulcus of the cord to the midline of the arachnoid mater posteriorly. The septum usually extends from the midcervical to upper lumbar region; however, there is variability in the rostral and caudal extent and in the degree of fenestration. It seems likely that this patient had a posterior midline septum which extended more caudally, and was less fenestrated, than normal, preventing the spread of local anaesthetic to both sides. The asymmetrical regression of the block supports this hypothesis.
An alternative, though unlikely, possibility is that the local anaesthetic was injected into the subdural space. Accidental subdural injection has been reported following attempted spinal5 and epidural6'7 anaesthesia, leading to failure of anaesthesia or delayed onset of an extensive block. In the case reported here, the injection of 2 ml of lignocaine 5% produced unilateral anaesthesia within five minutes, which extended from T6 to the sacral roots. During both spinal taps there was easy aspiration of CSF before, during and after injection of the local anaesthetic. These features, and the time course of recovery, indicate that local anesthetic was administered into the subarachnoid space.
There is a previously reported case of unilateral analgesia following both epidural and subarachnoid injection of local anaesthetic in a patient undergoing Caesarean section8. However, this patient underwent repeat Caesarean section when a successful epidural block was administered uneventfully and it was suggested that, during the first anaesthetic, no local anaesthetic was given into the subarachnoid space9. Amyloidosis in paraproteinaemia is usually distributed in a characteristic way affecting mainly tongue, heart, muscle, carpal ligaments, gastrointestinal tract, skin and nerves. A very rare variant has been described where the amyloid -is deposited exclusively in small arteries leading to visceral ischaemia1I 3. We now report such a case presenting with evidence of multiple organ involvement in whom the amyloid was mainly deposited on the mural endocardium and small vessels. The relative sparing of tissue parenchyma makes this a very uncommon presentation of systemic amyloidosis.
Case report A 48-year-old painter and decorator presented with a 6-month history of tiredness, lethargy and dyspnoea on exertion. He also had multiple transient episodes of confusion, slurred speech and blurring of vision, which recovered over a period of a few minutes. He then developed intermittent abdominal discomfort and passed some blood per rectum. On examination, he had a sinus tachycardia of 120/min, and a raised jugular vein pulse. Blood pressure was 120/90 mmHg. He had small bilateral pleural effusions with basal inspiatory crackles. No hepatosplenomegaly was found and there were no localizing neurological signs.
Investigations showed a raised ESR of 67 mm/hr, with a haemoglobin of 14.2 g/dl and white cell count 9 x 109/l. The urea and electrolytes were normal. His liver function tests were abnormal: albumin 27 g/l, globulin 50 g/l, bilirubin 40 iumol/l (normal range 2-17 pmol/l), alkaline phosphatase 194 U/I (normal 30-135), alanine aminotransferase 25 U/I (normal 7-40), gamma glutamyl transferase 132 U/I (normal <51). He had haematuria and a urinary protein excretion of 0.6 g/day; casts were not seen. Sigmoidoscopy revealed diffuse contact bleeding and a long piece of necrotic mucosal debris. Stool culture was negative for pathogens including Campylobacter and Clostridium diflicik. An autoimmune profile was negative.
The ECG showed widespread small complexes and low T waves, with poor R wave progression across the chest leads. The chest X-ray was consistent with mild left ventricular failure, the transverse cardiac 0141-0768/86/ 020111-02/$02.00/0 0 1986
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